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Case report
Infective endocarditis due to ulcerative colitis
D P Nicholls, C F Stanford
Accepted 7 November 1990.
A recent report of infective endocarditis in Crohn's disease1 prompted us to
report this case of fatal endocarditis in a young girl with ulcerative colitis, not on
immunosuppressive treatment.
CASE REPORT. A 15-year-old girl was admitted with a seven day history of
unproductive cough, mild dyspnoea and more"recent muscle pains, anorexia and
vomiting after a tablet of aspirin. On the night of admission, she was found
unconscious and fitting by her parents after visiting the toilet. A year previously
she had been admitted with a four week history of hip pains, low grade pyrexia
and an erythrocyte sedimentation rate of 96 mm/h. A diagnosis of Still's disease
was considered but not proven, and her pains improved with prednisolone 15 mg
on alternate days, having not responded to naproxen. Five months later she
presented witha ten day historyofbloody diarrhoea. Barium enema and sigmoid -
oscopy confirmed severe ulcerative panproctocolitis, and it was thought that her
arthritis was related to this. An increase in the dose of prednisolone to 40 mg
daily improved her bowel and joint symptoms but enteric -coated sulphasalazine
500 mg qds was not tolerated due to vomiting. Colectomy was considered but
not carried out because of partial remission of symptoms, and she was able to
discontinue prednisolone treatment. At the time of admission to our unit, her
bowel and joint symptoms were moderate and had been stable for several
months, and she had been able to return to school. She was taking oral iron
supplements only, and no prednisolone for at least eight months. In particular,
there had been no recent instrumentation or radiological examination.
On examination she was pale and thin, and looked unwell. She was mentally alert
and apyrexial. There were no splinter haemorrhages. She had a tachycardia of
120 beats/min, blood pressure was 100/60 mmHg and there was no evidence of
cardiac failure. A fourth heart sound was audible, and a soft systolic murmur at
the left sternal edge, but no diastolic murmurs were heard. Her chest was clinic-
ally clear, and abdomen normal. No neurological abnormalities were detected.
Hercondition remained stable during thefirst 12 hours ofadmission, butthen she
had two brief episodes of profound hypotension, peripheral circulatory failure
and unconsciousness without fitting. To exclude a cardiac cause for her
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symptoms, an echocardiogram was performed 18 hours after admission (see
below). During the procedure she complained of nausea and dizziness, and was
observed to have a sinus tachycardia rate 140 beats/min. At the end of the
procedure she collapsed again, and the electrocardiogram showed asystole.
Resuscitation was not successful.
INVESTIGATIONS
The haemoglobin was 11 *3 g/dl, mean corpuscular volume 83 fl, and total white
cell count 11 *5 x 109/1. The erythrocyte sedimentation rate was 100 mm/h.
Urine analysis was normal. A biochemical profile was normal exceptfor a creatine
kinase level of 302 U/l (normal 30-140). The electrocardiogram showed sinus
tachycardia, an inferior frontal plane axis and loss of R wave in the precordial
leads VI -4. The chest X -ray showed patchy shadowing in mid and lower zones
bilaterally. Blood cultures showed a scanty growth of E. coli.
The echocardiogram showed dilation of all four chambers, especially the left
ventricle, with impaired systolic function (Fig la). Early closure of a normal mitral
valve was also observed (Fig lb), probably related to increased left ventricular
end diastolic pressure. A large vegetation was seen on the non-coronary cusp of
the aortic valve (Fig lc). The cusps did not oppose and severe regurgitation was
observed during pulsed wave Doppler examination from the left ventricular
outflow tract (Fig ld). The tricuspid valve also appeared thickened.
Figure. Echocardiographic examination showing (a) a dilated left ventricle with impaired systolic
function, (b) marked premature closure of the mitral valve, (c) a vegetation on the non-coronary cusp
oftheaorticvalve(arrowed)and (d) marked diastolic and lessersystolic turbulence inthe leftventricular
outflow tract.
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Postmortem examination confirmed the echocardiographic findings. Large soft
friable vegetations were found on the aortic and tricuspid valves, and a hole in
the non-coronary cusp of the aortic valve. The entire large bowel was inflamed
but no ulcers or perforations were found. The liver and spleen were congested.
The cerebrospinal fluid was cloudy, with a protein content of 4-5 g/l (normal
0.15 -0-45) and 1600 white cells/pl, mostly lymphocytes. Histological exam-
ination of the aortic valve showed mixed inflammatory and thrombotic tissue;
no bacteria were demonstrated. Postmortem culture of the valve grew scanty
growths of E. coli, Proteus spp and Clostridium perfringens.
DISCUSSION
Although aortic regurgitation may be associated with colitis and with seronegative
arthritis, no diastolic murmurs had been detected in this patient at any stage, and
the basic valve structure at necropsy appeared to be normal. The hole in the cusp
did not have the appearance of a fresh tear, which could have been caused by
resuscitation or by postmortem examination. The presence of severe regurgit-
ation, as well as possibly an obstructive element due to the vegetation in view of
the systolic turbulence noted on Doppler ultrasound (Fig ld), had evidently
caused left ventricular strain and dilation. With the increased end diastolic
pressure and premature mitral valve closure (Fig lb), tachyarrhythmias would be
tolerated poorly and would produce a marked reduction in cardiac output. We
suspect that this was the mechanism of syncope and eventual death in this case.
The macroscopic appearance ofthe vegetation would suggest an infective origin,
although bacteria could not be demonstrated. In addition, the presence of
vegetations on the tricuspid valve would be in favour ofa septicaemic origin, with
E. coli the probable pathogen. The most likely source would be the large bowel,
but infective endocarditis due to ulcerative colitis is rare.2 3 Predisposing factors
to infection are immunosuppressive treatment,' bowel instrumentation or radio-
logical examination2 and pre-existing valvular heart disease, but in many cases
the cause ofinfection is not identified, and infection may occur in patients with no
cardiac abnormalities.4 The risk to individual patients with inflammatory bowel
disease must be small, but we would suggest that the diagnosis ofinfective endo-
carditis should be excluded in any such patient with an obscure systemic illness.
We are grateful to Mrs C Anderson for her help, and to Dr N P S Campbell and Dr M M Khan for their
help in interpretation of the echocardiogram.
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